At the age of 16 months a generalized herpetic infection of the Kaposi varicelliform eruption type supervened. The child was desperately ill and the impression obtained at the time was that repeated intravenous infusions of plasma saved her life. A second attack involving both corneae occurred eight months later. In the interval she contracted pertussis. Yet a third recrudescence of -the herpetic infection, but of the Received 4 February 1970. secondary type, accompanied an episode of pneumococcal meningitis 7 years later (see Fig. 1 
to 3).
Besides the illnesses already mentioned, she had repeated attacks of otitis media, and was admitted to hospital with an enteritis due to Salmonella meleagridis, a suppurative mastitis, and three incidents of pneumonia. Over a period of two years she had five attacks of pneumococcal meningitis.
In the course of the third attack of pneumococcal meningitis she developed a right-sided hemiplegia and right-sided convulsions. The EEG suggested a focal lesion in the left cerebral hemisphere, but carotid angiograms did not confirm it. She gradually recovered consciousness, normal speech, and the full range of movement in the paralysed limbs.
The infections which she has suffered are listed in Table I.   TABLE I List of Infections Impetigo; herpes simplex (Kaposi's varicelliform eruption); pertussis; meningitis; otitis media; mastitis; enteritis; pneumonia
The eczema was troublesome throughout but could be controlled periodically by the administration of small doses of steroids orally in addition to steroid ointments. For one year minor attacks of asthma added to the child's discomfort but never reached any menacing degree of severity. They were readily controlled with bronchodilators.
Her mother died at the age of 40 from a meningioma. No details are available of blood counts or immunoglobulin levels, but there was no history of recurrent infection or eczema. Her parents were separated, and the father, who is Polish, is nct available for study. Two brothers and the maternal grandfather have normal blood counts and immunoglobulin levels (Table II) .
None has eczema. (Mancini, Carbonara, and Heremans, 1965 (Table III) .
There was no clinical evidence of malabsorption, and Fig. 7 ) (Dr. F. 0. MacCallum).
In vitro lymphocyte transformation with phytohaemagglutinin in autologous plasma was studied several times. After three days there was 20-25% blast cell transformation. Chromosome analysis (Anders, Moores, and Emanuel, 1966) However, the differences require consideration. Though skin tests for delayed hypersensitivity are impaired in boys with Wiskott-Aldrich syndrome, lymphocyte transformation rates were normal in 6 of the 6 cases where this test was performed (Blaese et al., 1968; Bach et al., 1968) . In our case the lymphocytes responded poorly on repeated testing with phytohaemagglutinin (PHA) and did not respond at all to killed pneumococci.
Characteristically the isohaemagglutinin titre in boys with the Wiskott-Aldrich syndrome is very low; and this case has higher titres than usually accepted as part of the syndrome. However, of the 6 cases of Wiskott-Aldrich syndrome reported by Berglund et al. (1968) , 3 had anti-A titres of at least 1/32, and one of these had an anti-B titre of 1/256; so this feature is not an invariable finding.
Other cases have been reported superficially resembling this (Kretschmer, Janeway, and Rosen, 1968) . A girl was shown to have impaired pro-duction of IgM resuiting from poor lymphocyte function due to lymphocytotoxic antibody acting as an auto-antibody and having the same functional result as treatment with antilymphocyte serum. The patient's lymphocyte count fell at the onset of each infection. Our patient did not show these clinical features and we failed to demonstrate any lymphocytotoxic antibody.
Two other similar cases, both boys, have been reported (Kouvalainen, Backman, and Rehtijarvi, 1966; Stoelinga, 1967 Midulla (1959) had mild thrombocytopenia; and Dalloz et al. (1965) reported the case of a boy with WiskottAldrich syndrome whose mother had a bleeding tendency with mild thrombocytopenia (platelets about 150,000 per cu. mm.) and reduced platelet survival. They suggested that this was evidence that she was a carrier of the abnormal gene; but they also pointed out that in most reported cases of the syndrome, the mothers had no blood abnormality. But Blecher et al. (1968) had normal immunoglobulin levels but an impaired response to some antigens and a normal response to others. No isoagglutinins were detected, but delayed hypersensitivity and lymphocyte transformation were normal. She also had a temporary thrombocytopenia together with haemolytic anaemia. The authors point out the similarity with Wiskott-Aldrich syndrome, but the case differs from the present one in many respects. Another girl reported by Buckley et al. (1968) had chronic mucocutaneous moniliasis with absence of delayed hypersensitivity reactions, impaired lymphocyte transformation, and impaired homograft rejection. But this is not the general pattern in this very rare disorder. Chilgren et al. (1969) point out that lymphocytes from 5 of 6 other patients reported have normal blast transformation. In contrast to the Wiskott-Aldrich syndrome, the defect appears to lie in the mediator of the efferent limb, not the afferent limb of immunity.
Why should an immune deficiency state be associated with thrombocytopenia? In boys with Wiskott-Aldrich syndrome it has been shown that thrombocytopenia is due to abnormal platelet function associated with impaired platelet aggregation with ADP (Grottum et al., 1969; Kim et al., 1969) . But (Ata, Fisher, and Holman, 1965) , and, of greater interest, though males are predominantly affected, females may sometimes be affected too.
It is becoming clear that there may be considerable overlap and variation from case to case of immune disorder, even within the same family (Soothill, 1967; Seligmann, Fudenberg, and Good, 1968) . This renders the classification of these cases difficult; and complicated classifications on the basis of minor variations in the symptomatology or pathophysiology are spurious. Furthermore, the recent demonstration that levels of IgM are related to the X chromosome (Rhodes et al., 1969) may have a bearing on these disorders.
Our case has many similarities with the WiskottAldrich syndrome, i.e. eczema, poor response to polysaccharides, and impaired delayed hypersensitivity reactions, recurrent infections (including herpes simplex), lymphopenia, low IgM, and low isohaemagglutinins (see Table V ). The points of difference are that she is a girl, has no thrombocytopenia, and her lymphocytes transform poorly. This last feature is not an invariable finding in another similar disorder, chronic mucocutaneous candidiasis, and it is not impossible that boys with otherwise typical Wiskott-Aldrich syndrome may be found who also show impaired lymphocyte transformation. The thrombocytopenia of this syndrome is not obviously part of the immune disorder (indeed, 4 of the 6 boys reported by Berglund et al. (1968) had platelet counts as high as 150,000 per cu. mm. at some stage), and the absence of this finding does not exclude the real possibility that this patient has the immune deficiency state of Wiskott-Aldrich syndrome.
As more cases of these immune deficiency disorders come to light slight individual differences will undoubtedly occur in broadly similar groups. These minor differences must not be allowed to obscure the more basic points of similarity.
Many colleagues have helped our investigations: we express our gratitude to them.
